Can polycystic ovary syndrome exist without concomitant hypothalamic dysfunction?
Polycystic ovary syndrome describes a conformational ovarian state that may be the final common manifestation of several pathogenic pathways. Because the ovarian thecal and stromal hyperplasia characteristic of polycystic ovarian (PCO) morphology depends upon relative LH excess while follicular arrest requires a relative deficiency of FSH, it is likely that the PCO morphology cannot be expressed or maintained without both prior and concomitant exposure to the characteristic alterations in hypothalamic-pituitary secretion. Although increased LH and decreased FSH secretion are hypothesized to be integral to the expression of this morphological state and, in this limited sense, causal, this dependence does not necessarily mean that hypothalamic alterations are the primary etiology of this syndrome. However, recognition of the relationship between gonadotropin secretory alterations and the development of the PCO state does have treatment implications.